teristics as those which have been observed in homo these critical questions. What Frey et al. have done is let us sapiens. The rat has never been a particularly reliable peep into the future to see how we may be able to study animal model in this regard. The heart is small, and not complex diseases in animal models that more closely able to sustain the multiple circuits that we think are the replicate the human condition. They have also set the stage explanation for the disorganized nature of ventricular for several important experiments to come. Because of our arrhythmias in hypertrophied hearts. Also, there is a very laboratory's heavy emphasis on the electrophysiologic fine line between pathological and physiological hyperaspects of hypertrophic disease, we have focused on that trophy in the working heart model, as the authors correctly aspect in this editorial, but there are numerous other point out. Where on that continuum one must be in order to avenues of investigation which will be explored based on exhibit myocardial electrical instability is not known and data such as these [10] . We have a tremendous opportunity given the complexity of the disease, it may never be. Most to unlock many biologic mysteries for the benefit of people importantly, we learned very little about arrhythmogenesis afflicted with complex and lethal diseases such as familial in these experiments. The authors relied on the observation hypertrophic cardiomyopathy. Let us not let the rat get of spontaneous arrhythmias or 'sudden death' as an away. indicator of electrical instability. Although these endpoints were more frequent in the mutated animals, the number of observations was small and the observation methods crude
